1. The range of glycaemic responses at a given GGE dose reflects the accuracy of estimating GGE doses (10, 20, 24 or 48 GGE), and not the validity of GGE per se. The overall validity of GGE as a predictor of glycaemic response, compared with GI carb , is clearly shown in Figure 1 , in which data from the Liu et al (2003) paper are plotted. The ranges for IAUC values quoted by Wolever appear large, but are exaggerated by the outlying low response to rice and 10 g glucose. Range is not a useful statistic.
2. An important point of the study was to use constancy in the ratio of doses 1 and 2 to establish that a dose-response relationship holds for individual foods. The decrease in dose 1:dose 2 ratios with increasing carbohydrate in dose 2 quoted by Wolever was significant (r ¼ À0.865), but largely due to the influence of the noodles; excluding them it is only 0.74, which is not significantly different from zero for five observations. In fact, excluding the noodles, we find, with diabetics, that four of the five foods have ratios not significantly different from 0.5 (ie the 95% CI contains 0.5), while for nondiabetics, all five foods have ratios not significantly different from 0.5, comfortably within a 95% CI. 3. Any non-linear trend in the effect of doses 1 and 2 need not suggest a lack of validity of GGE, but that some adjustment may be necessary for nonlinearity of GI carb in estimating GGE. 4. Instead of averaging across people for a given food, Figure 1 in Liu et al (2003) averaged across foods for a given person. There was no evidence that the glycaemic sensitivity (GS: IAUC/GGE) calculated for the low doses was consistently higher or lower than GS calculated for the high doses (for diabetics, 5/12 have a higher figure from the high doses; for the nondiabetics, 3/12 have a higher figure from the high doses. Both are within the limits we would expect from random variation ÀP ¼ 0.78 for the diabetics, P ¼ 0.14 for the nondiabetics). 5. Wolever bases much of his judgement on the use of 95% confidence intervals. Such intervals are, however, conventions rather than absolute criteria of similarity or difference. In the context of a study based on calculated GGE values in which errors in GI, in carbohydrate determinations by difference, and again in testing the calculated GGE in vivo are all compounded, the demonstration of clear trends (Figure 1 ) was a very positive finding. 6. Treatments that did not predict glycaemic response well were rice, and glucose at 10 GGE (ie 10 g glucose) in diabetic subjects. The low value for rice is almost certainly because the GI carb value used did not match the true GI carb . GI values that could have been calculated post hoc from the experimental results were not used, because the purpose of the study was to test GGEs calculated from data available prior to the study. The low result for 10 g glucose is not surprising because it sits at the low extreme of the carbohydrate dose-blood glucose response relationship.
Finally, Wolever's closing comment was that the data provided by Liu et al (2003) are ' ? far from a convincing demonstration that GGE is a valid predictor of the relative glycaemic response to foods'. As in the case of GI carb , it will take more than one study to establish how GGE may be used effectively to guide food choice. However, as Figure 1 shows, trends are obvious and reflect what is self-evident-GGE intake may be able to guide food choices beyond the equicarbohydrate exchange categories to which use of GI carb should be limited. 
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